Introduction
TACHYCARDIA is considered to be a classical sign of acute rheumatism due to the combined effect of the fever and the carditis.
Occasionally a bradycardia has been described as occurring in the acute stage of the illness (Andrieu and Aujaleu, 1936) .
In some cases of acute rheumatism there is evidence of interference with the conduction mechanism of the heart and with the vagal control over it. J. D. Keith (1938) considers that the occurrence of bradycardia, the prolongation of the P-R interval in the electro-cardiograph and the frequency of abdominal symptoms are due to the action of rheumatic toxins on the peripheral terminations of the vagus nerve. Keith found that a bradycardia was more commonly found in the primary attack of acute rheumatism than in subsequent attacks, and that it could be abolished by the injection of atropine.
The authors record observations on the pulse rate in a hundred consecutive cases of acute rheumatism. These cases occurred amongst boys and youths aged from 15 to 20 years. 
